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Biliary excretion of rT3 increases after a single iv injection of salicylate (2) as well as after short-term (4-5 h) intravenous infusion of linoleic acid (3) , propylthiouracil (4), adrenaline and methoxamine (5) , glucagon, vasopressin, angiotensin II (6) and neurotensin (7) . As Fig. 2A ,B,E,F). The increase of rT3 induced by INS (Fig. IB) was delayed by the infusion of glucose either for 50 min ( Fig. 2A; = 37 ) or for 110min ( Fig. 2B; = 15) , which was applied subsequently to the infusion of 1 U of INS in 0.5 ml of 30% glucose for 10 min, the differences in the latter case being less significant as compared with the control interval.
After repeated doses of VER (Fig. 2C ) the excretion of rT3 did not differ significantly from the first sample, the differences being significant (p < 0.05 to <0.01) only when the excretion of rT3 was compared with the second collected sample.
The excretion of rT3 was not influenced by the administration of ACT D alone (Fig. 2D) . However, this drug administered 90 min before INS prevented the increase of rT3 (Fig. 2E) (Fig. 2F) .
The administration of 2.5 mg/kg CHEX alone did not affect the volume of bile and rT3 excretion (Fig.   3A ), but completely prevented the increase of rT3 excretion after INS-induced hypoglycemia (Fig. 3B) . The increase of rT3 induced by glucagon infusion (Fig.  3D) was completely prevented by 2.5 mg/kg CHEX (Fig. 3C) . increased biliary rT3 after the infusion of exogenous gluconeogenetic hormones and with the acute increase of rT3 and decrease of T3 in serum after glucagon administration in human subjects and dogs (11, 12) .
The effect of glucose infusion ( Fig. 2A,B (15, 16) or diabetic rats (17) and after the administration of vasopressin and adrenaline (16, (18) (19) (20) . However, non-protein SH groups in the liver of fasted rats increased after glucose refeeding and concomitant increase of insulin/glucagon ratio (15) and were found to be related to the serum insulin level in short-term experiments (16 
